The scope of this paper will be limited to the consideration of silicosis and anthracosis, the pathological conditions of the lung produced by the inhalation of silica and coal-dust, respectively, and their relationship to tuberculosis. A [Sept., 1939 Mavrogordato (1922 Mavrogordato ( , 1926 thinks that the poisonous action of the silica kills and then mummifies the phagocytes. These later disintegrate in their turn, and the liberated particles are in all probability taken up by other phagocytic cells, so that the process continues. After a time the particles are dissolved and produce the reaction of fibrosis and degeneration. According to King and Dolan (1934) Cummins (1935) in his original publication (Jones, 1933) , ' It is easy to understand that the higher the concentration of silica dusts in the working atmosphere, the greater would be the chance of a high concentration of the mineral in the lung tissue. According to Cummings (1934) Kettle (1933-34) , who believe that silicon derivatives are the only dusts to be reckoned with in the production of pneumonoconiosis. Kettle In this connection the dust-filtering efficiency of the human nose has also been blamed by Lehman (1935) King (1934) . They could produce earlier and more acute lesions of silicosis in those animals whose respiratory mucous membrane had previously been damaged by the inhalation of dilute irritating gases (N02 and S02). Their above experiments tend to show that the noxious gases produced after shot-firing in coal-mining industry may be a very important [Sept., 1939^ factor in the production of early silicosis. In fact, these miners have been found to suffer from silicosis in a very large percentage. The lymphatic drainage system, if blocked by any disease, will cause an accumulation of dust.
Tuberculosis of this system may be one of the contributory factors. The part it plays in the production of pneumonoconiosis has been described by Gardner (1925) 
